











































や骨車且織のマクロフア一ジである。これは旬mornecrosis factor alpha (TNF-cx）や
interleukin－ゅなどのサイトカインやケモカインを産生する 5-10）。




















胞は、 I0%FBS/RPMII 640培地でsix-wellplate (BD Bioscience社製）を用いて、各




タンパク濃度はPi巴rcebicinchoninic acid protein assay (Pierce社製）を用いて測定し
、同様の濃度になるように調節した。 W凶 t巴mblottingはこれまでと同様に電気泳



























and 97土 26pg/ml, Figure 2A）。 K-L分類IおよびII(n=9）でのADAMIO発現はK-L
分類IV(n = 7）よりも有意に高かった（728土 I00 pg/ml and 387土 104pg/ml, 
respectiv巴lぉFigure2B）。患者の特徴に関してはTable！の通りである。年齢・性別－
BMIは結呆に相関性を認めなかった（tab！巴I）。
OA(n=l6) Healthy controls (n = 29) 
Age 78.6土9.8 72.2土7.4
Females(%) 14 (88%) 25 (86%) 
BMI 24.0土3.2 22.9土2.8
K-L (II/III/IV) (1/8/7) 
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ADAM”10 expression at the protein level was elevated in TNF-u-stimulated FLSs 
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Figure 2. 
ADAM-IO is expressed in the serum of OA patients. [Solid line and dotted line show 
the mean concentration of ADAM-10 in the serum. A) Serum of OA patients contained 
more ADAM-10 than the serum of controls (mean土 SEM:579土 84pg/ml and 97土26
pg/ml, respectively, p < 0.05). B) ADAM-10 expression in K-L scales 1 and ll was 
significantly higher than that in K-L scale IV (728土 100pg/ml and 387土 104pg/ml, 





ADAM-10 is expressed in OA STs and FLSs. [(A and B) Cryosections were stained for 
ADAM-10. Representative photomicrographs of synovial tissue (ST) samples白・omOA 
patients. (A) ADAMlO expression in ST lining cells. (B) Rabbit lgG as the negative 
control. Original magnification，×100. (C and D) Cultured OA FLS were stained for 
ADAM-10 (C) or rabbit IgG as th巴negativecontrol (D)] Original magnification, x4QO 
A disintegrin and m巴talloprotease-10is expressed in the s戸1ovialtissues of patients with 
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Abstract 
Background: A disintegrin and m巴talloproteasefamily proteins (ADAMs) are involved 
in numerous inflammatory conditions. We have previously shown that ADAM-10 is 
overexpressed in rheumatoid arthritis (RA). However, the role of ADAM-10 
inflammation associated with ost巴oa此hritis(OA) is stil uncl巴ar.
Materials and Methods: ADAM-10 in tumor necrosis factor-et (TNF-u）ーtreatedOA FLS 
was measured using western blotting. ADAM-10 in OA and healthy control serum was 
measured using enz戸田ー linkedimmunosorbent assay (ELISA). ADAM目 10in OA 
S戸10vialtissues (ST) and fibroblast-like s戸1oviocytes(FLS) were detected using 
immunohistochemistry. 
Results: ADAM-10 expression was significantly higher in the serum of OA patients than 
in the serum of controls (579土 84pg/ml and 97土26pg/ml, respectively). 1n addition, 
the expression of ADAM-10 in Kellgren-Lawrence grading scale (K-L scale) I and II 
in the serum of OA patients was significantly higher than that in K-L scale IV. ADAM-10 
was expressed in OA ST lining cells and fibroblast-lik巴S戸10viocytes(FLSs). Hence, 
ADAM-10 was overexpressed in tumor necrosis factor alpha-stimulated OA FLSs 
compared with untreated FLSs. 
Conclusion: Th巴sedata indicate that ADAM-10 plays a role in inflammatory chang巴sin 
OA and suggest that targ巴tingADAM-10 provides a m巴thod for decreasing 
inflammation. 
Keywords：目ADAM-10,osteoarthritis, ST,FLS 
